severity of her oral ulceration, the markedly elevated ESR, the diffuse hypergammaglobulinaemia and pyrexia were unusual. The fact that her HLA type does not correspond to any ofthe clinical groups described by Lehner & Bachelor (1979) need not rule out the diagnosis, for it may simply reflect the different ethnic origin of our patient. (1976) Pseudomembranous colitis has recently been characterized by a faecal toxin which is neutralized by Clostridium sordelli antitoxin (Larson et al. 1917) . Recent reports from America (Bartlett et al. 1978) and our own laboratory (George et al. 1978 ) have identified Clostridium difficile as the cause of the faecal toxin and therefore responsible for the disease. Furthermore, treatment with vancomycin eliminates the organism and the toxin from the stool and is associated with rapid clinical recovery . We report a case of pseudomembranous colitis complicated by acute polyarthritis and associated circulating antibodies to CI.difficile toxin. Eleven other patients with pseudomembranous colitis but without arthropathy had no circulating antitoxins.
Case report
A 53-year-old female received 3-day antibiotic prophylaxis with lincomycin and gentamicin after postanal repair for anorectal incontinence. Healing was satisfactory, but the patient developed profuse diarrhoea on the sixth postoperative day. Sigmiodoscopy revealed small ulcers and a granular mucosa. but histology from a rectal biopsy reported a 'summit' lesion characteristic of pseudomembranous colitis. High titres of toxin and toxigenic strains of CI.difficile were found in the faeces. Despite resolution of the diarrhoea within 10 days. the patient remained unwell with fever. leukocytosis. and developed generalized myalgia and arthropathy. Effusions developed in both knees. and movements of the shoulders and.neck were limited and painful. The small joints of the hands were unaffected. though there was involvement of the wrists and ankles. Treatment with flurbiprofen 150 mg three times daily was started and the arthritis completely resolved over the next 3 months.
The results of investigations were as follows: Hb gil. X-rays of the chest, knees and ankles were normal, but mild degenerative changes were seen in the cervical spine. Serial changes in the WBC, ESR, faecal clostridial counts, faecal titres of toxin and serum antitoxin are recorded in Table I . The laboratory methods for identification of the faecal toxin and culture of CI.difficile were as previously described (George et al. 1978) . Antiserum titres were recorded as the minimum dilution which would completely inhibit the toxin. Fractionization of serum on Sephadex G200 columns indicated that the antitoxin coincided with the peak of the IgA-containing fractions, with none being found in the IgA or IgM fractions.
Comment
Sterile polyarthritis without direct invasion of joints is a well documented sequelae of a large number of viral, mycoplasmal and bacterial infections. The infecting organism may be limited to the throat or gastrointestinal tract. Enteric infections with Salmonella, Shigella and particularly Yersinia species may lead to such an arthropathy. Furthermore, polyarthropathy is common in patients with inflammatory bowel disease without an infecting agent being identified. Polyarthropathy complicating jejunoileal bypass is said to respond to antibiotics or operative reversal. The arthritis in these cases is thought to be mediated by immune mechanisms and complement activation has been demonstrated in some (Ramer & Bluestone 1977 ). Polyarthritis appears to be an extremely uncommon complication of pseudomembranous colitis and there appears to have been only one other case in the recent British and American literature (Rollins & Moeller 1975) . In our patient, the polyarthropathy was associated with circulating antibody to the specific toxin produced by CI.difficile, which is now recognized as being responsible for the colitis. Eleven other patients with biopsy-proven pseudomembranous colitis and with high faecal toxin titres have been investigated for presence of antitoxin in the serum. None had evidence of either toxin or antitoxin in the serum and none of these patients developed polyarthropathy. We believe that the arthritis in this case was due to circulating immune complexes and that the antitoxin was related to this. These findings raise the possibility that other forms of arthropathy complicating bowel disorders may result from an immunological reaction to intestinal bacterial antigens.
